Reference 1. BAROLD SS, GAIDULA JJ: Evaluation of normal and abnormal sensing function of demand pacemakers. Amer J Cardiol 28: 201, 1971 The author replies: To the Editor: Following external DC defibrillation the recorded electrocardiogram showed: irregular pacemaker activity, rate faster than the set rate, absence of pacemaker activity, slowing of the pacemaker rate, and return to the set rate.
The author replies: To the Editor:
Following external DC defibrillation the recorded electrocardiogram showed: irregular pacemaker activity, rate faster than the set rate, absence of pacemaker activity, slowing of the pacemaker rate, and return to the set rate.
It is possible to explain these changes by the presence of ventricular fibrillation not recorded by surface electrocardiogram, by recycling, by oversensing of a potential generated by the heart, by a current leak from the equipment used, or from the influence of an external electromagnetic field.' The source of an electromagnetic field could be within or even outside the hospital.2 Increase from a slow pacemaker rate to the set rate could be explained by Gaskell's rhythm of development.3
To explain as a normal phenomenon all the changes observed we would have to assume several different mechanisms altering pacemaker function within a short period of time.
Broken electrode wire may mimic interference by alternating current. If this explanation is accepted, the correct diagnosis is missed.4 In many cases of true but transient or incomplete pacemaker failure an alternate explanation can be suggested. Total pacemaker failure may occur only a few days or few months later.1 4 Failure of implanted pacemakers following external DC shock was demonstrated.5 Also damage of external demand pacemakers following external DC shock was reported.6
In the case presented, pacemaker failure was not proved but remains the most likely possibility.
Conversion of a demand pacemaker to fixed rate should always be considered when a failure or undesirable function of a demand unit is suspected. In We have been interested in the syndrome associated with the midsystolic click" 2 and have already observed 75 patients with this syndrome (in 32 of the patients, mitral prolapse was demonstrated angiographically, and in 18 of the 32 a normal selective coronary arteriogram was obtained). This series attests to the prevalence of this syndrome. Despite our interest in this syndrome we have observed only one case of proven coronary artery disease associated with a midsystolic click in a coronary care unit where 3,250 patients have been treated in the past 6 years and in an active cardiac clinic and hospital cardiac practice. On the basis of our experience, we disagree with the authors' interpretation of their findings. In all likelihood, they have observed a coincidental association of two common diseases, i.e., myxomatous degeneration of the mitral valve as evidenced by a midsystolic click and coronary heart disease.
The authors report that the symptoms of coronary artery disease preceded the discovery of the click or murmur in all their patients and they use this chronologic finding as proof of an l1145 etiologic relationship between these two common entities. It is possible, however, that, because of recent emphasis on the click syndrome and the authors' interest in and awareness of this auscultatory finding, a click which was missed in the past is now appreciated in patients with symptoms of coronary heart disease. Phonocardiograms taken prior to development of coronary heart disease and showing no click would have provided an argument favoring the authors' hypothesis.
In seven of their 15 patients, the diagnosis of coronary heart disease was made from a history of angina. Since chest pain, albeit atypical, is a common manifestation of the click syndrome in the absence of coronary heart disease, the evidence for coronary heart disease in their seven patients is not convincing. Only one patient underwent coronary arteriography.
We hope that the authors will report on postmortem findings in their patients who will succumb to their disease. Absence of myxomatous degeneration of the mitral valve in association with coronary artery disease and papillary muscle involvement would constitute an adequate proof of the authors' contention.
ROBERT The author replies: To the Editor:
Drs. Jeresaty and Liss' comments are fair criticism. It is 'indeed difficult to establish or disprove an etiologic relationship by retrospective analysis. However, this would seem to apply to their retrospective comments on patients admitted to the coronary care unit. Unless prospective observations were made on each patient with careful follow-up after leaving the (coronary care) unit one cannot be certain that a midsystolic click, with or without a late systolic murmur, did not develop in more than the one patient they noted. As stated in our article, we are aware that the finding of a midsystolic click in a patient with coronary artery disease does not necessarily establish an etiologic relationship; but we think that arteriosclerotic heart disease should be considered as possibly responsible for the click. It was fortunate that during the relatively brief period that we accumulated our data we observed the new development of a midsystolic click in our niinth patient (J.O'B.), although a phonocardiogram prior to the appearance of the click was not made. In addition, since our paper was published some of us have continued to note the appearance of midsystolic clicks in patients with arteriosclerotic heart disease in whom the finding was not previously present. I have most recently observed the development of a single loud apical midsystolic click in a 78-year-old white male 3 days following an anterolateral myocardial infarction. The click was not present on physical examinations prior to the infarction and has persisted during the patient's hospital convalescence. Also, a single loud midsystolic click developed within several days of an acute anterolateral myocardial infarction in a 49-year-old white male. Neither patient developed a late systolic murmur.
The occurrence of a midsystolic click as the result of coronary artery disease is apparently relatively rare when compared to the more commonly recognized form of papillary muscle dysfunction. Nevertheless, the continued observation of the new development of clicks in patients with arteriosclerotic heart disease seems to support the cause-and-effect relationship we postulated. R 
